A 64-year-old woman presented to the emergency department, agitated and confused. During the preceding week she had complained of back pain, which had been initially treated by her GP with paracetamol. As there was no improvement over the next two days, she revisited her GP and was given tramadol and methocarbol for her back pain and muscle spasm. Three days later she was brought to the emergency department by her son with unsteady gait and confusion.
Her past medical history included alcoholic liver disease with macronodular cirrhosis and portal hypertension, chronic obstructive pulmonary disease and ischaemic heart disease. She had an exercise tolerance of 50 yards. She smoked 20 cigarettes per day but had stopped alcohol intake four months previously, prior to an elective operation to remove a large (8 cm × 6 cm) neck lipoma. Two weeks after the procedure, she had developed a wound infection which grew Staphylococus aureus and had been treated with flucloxacillin by her general practitioner. The wound was healing well on subsequent review. There was no history of diarrhoea or systemic upset in her recent medical history.
On admission, the patient was agitated and confused. Her Glasgow Coma Score (GCS) was 12/15; eyes opened to painful stimulus, verbal response was muddled and she localised to pain. Neck stiffness was noted. The temperature was 37.2°C.
She had no documented focal neurology. Pupils were equal and reactive and reflexes were normal. There was no tenderness of the back. The neck wound looked clean and granulated. No abnormalities were detected in her cardiovascular and respiratory systems and her abdomen was soft and non-tender.
The initial blood results showed a WCC of 33.3 × 10 9 /L with neutrophil leucocytosis, gamma-glutamyl transferase 833 U/L, albumin of 27 g/L, prothrombin time 18 seconds, alanine aminotransferase 37 µ/L and bilirubin 68 µmol/L, amylase 381 U/mL. The differential diagnosis included hepatic encephalopathy or meningoencephalitis. Ceftriaxone, acyclovir, Pabrinex and lactulose were started.
Lumbar puncture was not done on admission by the treating physician. Hours after admission she developed generalised tonic-clonic seizures which self-terminated. Postseizure, her GCS was 12/15 (M5, V3, E2). Urgent CT scan of head and abdomen was performed, which showed minor global cerebral atrophy with no focal infarcts or haemorrhage, a normal brainstem and posterior fossa and a cirrhotic liver with evidence of portal hypertension and splenomegaly. There was no evidence of any abnormality in the lower thoracic and lumbar spine.
Antibiotics were changed on the advice of a consultant microbiologist from ceftriaxone to meropenem due to the recent Staphylococcal infection of the neck and a lumbar puncture was performed using a 22G spinal needle at L3-L4. Pus was obtained, but due to the nature of this fluid it was uncertain whether it had been aspirated from the subarachnoid space. This fluid contained 94% neutrophils and grew Clostridium difficile on culture.
The findings were discussed with the regional neurosurgical team. Urgent MRI scan was not deemed necessary as the patient had no focal neurology clinically. Antibiotics were changed to vancomycin and metronidazole.
The patient showed some improvement during the next 24 hours, with the GCS improving to 13/15 (E4, V4, M5) but subsequently she became more confused and agitated and started to have generalised tonic-clonic fits of 2-3 minutes in duration. The seizures were treated with lorazepam and a loading dose of phenytoin (18 mg/kg), and an intensive care review was requested.
The patient' s GCS fell to 8/15 and she was intubated. She was sedated with propofol and alfentanil, and an MRI scan was performed. The MRI of the brain showed generalised atrophy with no focal signal changes; the MRI of the spine showed L3/L4 discitis and an anterior epidural abscess from T12-L5
Primary Clostridium difficile spinal epidural abscess N Champaneria, H Goonesekera, B Shippey
A 64-year-old woman presented to the emergency department, agitated and confused with a history of back pain, alcoholic cirrhosis and previous drainage of a neck abscess. She developed clonic-tonic seizures and was referred to intensive care. She was intubated and a lumbar puncture yielded pus with Clostridium difficile grown on culture. MRI scanning revealed an epidural abscess with evidence of discitis. The authors speculate on the origin of the infection and review the presentation of epidural abscess.
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and inflammatory enhancement of the cauda equina with no gross compression of the spinal cord. There was also a rightsided psoas abscess of 1 cm in diameter, with surrounding inflammation (Figure 1) .
The abscess was not drained as there was no compression of the spinal cord. Despite full supportive treatment, the patient developed septic shock, intractable seizures and renal failure. Antibiotic therapy was changed to treat a vancomycin-sensitive isolate of Clostridium difficile from the pus drained from her spinal column. Due to the progressive unresponsiveness to treatment, supportive treatment was withdrawn, and she died six days after her admission.
Discussion
Extra-intestinal Clostridium difficile (ECD) infections are rare, accounting for 1% of Clostridium difficile infections. 1 Most of these are polymicrobial isolates from fluid or structures anatomically related to the colon. Spinal epidural abscesses (SEAs) have an incidence of 2.5-3 per 10,000 hospital admissions. 2 To date, to our knowledge, there are no reported cases of mono-microbial Clostridium difficile SEAs.
Most cases of ECD infection do not have concomitant or preceding diarrhoea and such cases are not always due to toxigenic strains. 1 Both were absent in this patient. We were unable to test for Clostridium difficile or its toxin, as the patient did not have diarrhoea.
Due to the rarity of ECD infections, it is difficult to ascertain the risk factors for ECD. It is unclear whether they are the same as for Clostridium difficile colitis or whether ECD represents a chronic carrier state followed by an opportunistic infection. The sample isolated yielded a pure growth of Clostridium difficile, and this combined with the lack of end plate involvement on MRI imaging leads us to believe this to be a primary infection and not a contaminant or secondary infection.
Predisposing factors for SEA include alcoholism, present in this case; others include immunodeficiency (HIV/AIDS, chronic renal failure, diabetes, intravenous drug abuse, malignancy), spinal trauma or abnormalities, and related spinal procedures.
Bacteria are reported to enter the epidural space either by contiguous spread (10-30%) or haematogenous seeding (50%), but in 30-40% cases, no source is identified. 4 The route of entry may be determined indirectly by the location of the SEA, as previously described; posterior SEAs could arise from haematogenous seeding and anterior SEAs are seen with contiguous spread (eg vertebral osteomyelitis/discitis/retroperitoneal abscess/retropharyngeal abscess). 5, 6 As seen in Figure 1 , infection in this case appears to be anterior, with some extension to the L3/4 disc; according to literature this could be contiguous infection but there is no end plate destruction and primary discitis is unlikely. While our patient had a previous neck lipoma removal complicated by a Staphlococcal infection, it is unlikely that this led to a lumbar abscess that became secondarily infected with C. difficile.
Animal studies suggest that spinal cord injury occurs as a result of both mechanical compression and cord ischaemia secondary to septic thrombophlebitis of the epidural venous plexus. SEA has been staged by Heusner according to its clinical features. 7, 8 This patient would have been Stage 1 due to the absence of neurological signs ( Table 1) .
SEA represents a diagnostic conundrum, with few patients presenting with the classic triad of spinal pain, fever and neurology, which is seen in 10-15% of cases on first physician contact. 3 Leucocytosis and increased inflammatory markers are almost always seen. Blood cultures are positive in 60% of cases. 3 Lumbar puncture does not normally have a role in diagnosis except to exclude meningoencephalitis as part of the differential diagnosis. In this case, it was accidental that we sampled from the epidural space. CSF analysis will reveal raised white cells reflecting parameningeal inflammation. Gadolinium MRI is most informative, followed by CT-guided aspiration to guide therapy.
The rare occurrence of the disease means that it is difficult to advocate specific treatment; however surgical drainage for source control appears appropriate.
According to the literature and based on regional neurosurgical advice the patient was treated conservatively. This is appropriate for patients with high surgical risk, no spinal cord or cauda equina dysfunction, or complete paresis for more than three days. 6, 9, 10 The reported mortality from this condition is 2-20%, usually due to severe sepsis. Patients 
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have a worse outcome. Good surgical outcome is associated with the following: 10 • Cord symptoms lasting less than 72 hours at presentation • Thecal sac compression less than 50% • Age less than 60 years • Lack of co-morbidities. We feel that this patient had an unknown source of infection with haematogenous seeding in the epidural space. An active colonic infection causing a psoas abscess, osteomyelitis/discitis seems unlikely due to the absence of diarrhoea, the small size of the psoas abscess and intact end plates seen on MRI scanning. The seizures may have resulted from parameningeal inflammation.
